On admission his pulse was 25 beats per minute and his blood pressure 140/75 mmHg; the remainder of the examination was normal. The ECG showed complete heart block with broad QRS complexes which had a right bundle branch block pattern and a mean frontal QRS axis in the top right quadrant. Because of the history of exposure to organophosphate insecticide he was treated with intravenous atropine 2 mg and pralidoxime I g but without effect. Before temporary pacing he had a further Adams-Stokes attack and at the time his ECG showed ventricular tachycardia. After he recovered consciousness a temporary pacing electrode was inserted uneventfully.
Other investigations were as follows: chest xray normal; RA latex and autoantibody screen negative; ESR 2 mm/h ; viral complement fixation titres normal; Kveim test negative; serum cholinesterase 2.7 u/ml (normal 3-8) .
After three weeks he was still in complete heart block with a ventricular rate of 25 per minute when the pacemaker was turned off. A permanent pacemaker (Medtronic Mirel) was inserted with an epicardial corkscrew electrode. After ten weeks he developed exit block and since then has had repeated problems with rising pacemaker thresholds; The electrode was changed to a transvenous endocardial one which has since been changed twice. On each occasion the threshold has risen from about 0.6 V to over 8 V for no apparent reason and the electrode has had to be repositioned or changed. He now has a high output pacemaker generator (Medtronic 5996) with a unipolar endocardial electrode.
Discussion
Organophosphates licensed for use as insecticides are generally of low toxicity to man and they are now widely used in place of DDT because they do not accumulate in human tissues. Despite this they are very toxic if absorbed. One study (Namba et al. 1971) showed that 83% of farmworkers had absorbed small amounts after using organophosphates without developing symptoms. It is likely that many people are subjected to repeated small doses without developing evidence of poisoning.
Chronic exposure to some organophosphates, including Ruerene, is known to cause a polyneuropathy (Namba et al. 1971 ). The mechanism is unknown; it is not due to the anticholinesterase action (serum cholinesterase is typically normal) but may be due to inhibition of other esterases. A similar mechanism may operate in this patient.
No other cause has been found for the development of complete heart block in this 0141-{)768/81 /090689-{)3/SO 1.00/0 patient. Ischaemic heart disease remains a possibility but as he had never had symptoms and had no risk factors it was felt that coronary angiography was not justified. The timing of exposure and the occurrence of symptoms of mild poisoning after each exposure make chronic organophosphate poisoning very likely. It is probable that he was in heart block for eight weeks and was having frequent episodes of ventricular tachycardia causing his blackouts. The repeated development of exit block is so far unexplained. No cause was found but it has recurred with each system implanted except the last one. The reason for development of exit block in general is not understood, but it is rare with endocardial electrodes. It is possible that the organophosphate exposure played some part in this case, especially as the problem was recurrent.
Pulmonary hypertension associated with hepatic cirrhosis and primary acrocyanosis1
Primary pulmonary hypertension (PPH) was first described by Wood (1950) . Subsequently, the association of pulmonary hypertension with cirrhosis of the liver and portal hypertension was reported (Segel et al. 1968 , Naye 1960 , Kerbel 1962 . Raynaud's phenomenon is commonly found in patients who have PPH (Winters et al. 1964) . Primary acrocyanosis is a variant of Raynaud's disease in which the spasm of the digital arterioles is accompanied by dilatation of the venules (BirnstingI1979). This report concerns a patient with pulmonary hypertension, cirrhosis of the liver and primary acrocyanosis. The association of these three conditions has not been reported previously.
Case report
The patient, a 43-year-old man, was first seen in the cardiology outpatient clinic in December 1978. He complained of tingling and cyanosis of his hands and feet in cold weather, transient chest discomfort and a high facial colour. He had had a haernoptysis in 1973. He admitted to drinking approximately ten pints of beer a day and spirits occasionally.
On examination he was found to have a florid, cyanosed face, cyanosed and cold fingers and toes, leuconychia and numerous spider naevi. There was a loud second heart sound, a fourth heart sound and a late systolic murmur heard at the left sternal edge. The liver was palpable three finger breadths below the right costal margin. The tip of the spleen was just palpable.
Investigations revealed slightly raised levels of serum bilirubin, hydroxybutyrate dehydrogenase and gamma-glutamyl transpeptidase. The alkaline phosphatase level was normal. The chest X-ray showed moderate cardiac enlargement. The electrocardiogram revealed right axis deviation (+ 120°) and right ventricular hypertrophy. Echocardiography showed slightly impaired movement of the interventricular septum and left ventricular wall.
In February 1979 the patient complained of another haemoptysis and of pain in his right thigh. On examination he was found to have a raised jugular venous pressure and a pansystolic murmur was heard at the left sternal edge. There was an abscess in his right thigh. He was admitted to the ward and 650 ml of pus was drained from an abscess in the muscles of his right thigh. A species of staphylococcus was isolated on culture. The thigh infection was treated with f1ucloxacillin and fusidic acid. He made a good recovery and was discharged in April 1979. In December 1979 the patient had another haemoptysis. On examination he had a pulsatile liver; his other physical signs were unchanged. His haemoglobin was 18.6 g/dl but the red cell mass and bone marrow biopsy were normal. No autoantibodies, cryoglobulins or Australia antigen were detected. A liver biopsy was performed and histological examination revealed macronodular cirrhosis. Blood gas estimations showed a low P0 2 at rest (8.8 kPa) which rose on exercise (12.1 kPa) but were otherwise normal. Lung fuction tests revealed normal lung volumes but the KCO was reduced. A ventilation/perfusion isotope lung scan was normal. Cardiac catheterization revealed normal right atrial, left atrial, left ventricular and aortic pressures. The pulmonary artery wedge pressure was normal. The right ventricular pressure was 100/15 mmHg and the pressure in the main pulmonary artery was 100/40 mmHg with a mean value of 48 mmHg. There was no pressure difference across any valve hor any evidence of a shunt. A right ventricular angiogram showed a large cavity, poor ventricular function and tricuspid regurgitation.
Discussion
Pulmonary hypertension in this patient was not associated with cardiac or respiratory disease. The finding of a low diffusing capacity for carbon monoxide in the presence of normal lung volumes has been reported before in patients with pulmonary hypertension (Jones & Goodwin 1965) . Arterial unsaturation at rest, which mayor may not improve with exercise, is also well known to occur in this condition (Wessel et al. 1964). Raynaud's phenomenon is found in approximately 30% of cases of PPH (Walcott et at. 1969) . Some of these patients have connective tissue diseases such as scleroderma or systemic lupus erythematosus; in other patients, as in ours, there is no evidence to support the presence of a connective tissue disease. The frequency of association of Raynaud's phenomenon and PPH has prompted the suggestion that there may be a vasoconstrictive mechanism in the pulmonary arteries similar to that which operates on the digital arteries in cases of Raynaud's phenomenon (Kanemoto et at. 1975) .
The mechanism by which hepatic cirrhosis causes pulmonary hypertension is not clear. It appears that the important predisposing factor is portal hypertension rather than cirrhosis of the liver per se (Harris & Heath 1977) . Porta pulmonary venous anastomoses have been demonstrated in animals and in human cadavers but their functional significance is uncertain (Harris & Heath 1977) . It has been suggested that pulmonary hypertension in such cases may be caused by an endogenous, circulating vasoconstrictor agent which may bypass the liver parenchyma via the portapulmonary venous anastomoses, thereby escaping destruction and reaching the pulmonary circulation (Segel et al. 1968 ).The form of pulmonary hypertension found in some patients with hepatic cirrhosis is identical with that found in PPH and pre-and posttricuspid cardiac shunts. It is characterized by plexiform lesions and necrotizing arteritis. It is therefore of particular interest that primary acrocyanosis has been found, in our patient, to be associated with cirrhosis of the liver and pulmonary hypertension. Kerbel N C (1962) Trichobezoars are uncommon in children and are most commonly encountered in young women who are usually emotionally disturbed (De Bakey & Ochsner 1938) . Although recurrences are not uncommon, four laparotomies for trichobezoars between the ages of five and ten, in one patient, is exceedingly rare. This paper describes such a case and reviews some of the associated complications.
Case report
A West Indian girl first presented at the age of five with a 48-hour history of vomiting and abdominal pain. An epigastric mass was present, and at laparotomy a large intragastric trichobezoar, comprising doll's hair and raffia, was removed. The patient failed to attend follow up and presented two years later with a further epigastric mass; at laparotomy a gastric trichobezo~r filling the entire stomach was removed. At this stage, psychiatric referral was suggested, but parental consent was withheld, despite obvious family pathology. One year later, by which time psychiatric treatment' had begun, she presented again with a small intestinal obstruction. A further laparotomy revealed an ileoileal intussusception, due to a trichobezoar, which was removed through an enterotomy. A year later she was readmitted with subacute intestinal obstruction which resolved with conservative treatment. At the age of ten years she presented with a ten ?ay history of vomiting, constipation and abdominal 1 Case presented to Section of Paediatrics, 28 November 1980. Accepted 6 May 1981 0141-0768/81/090691-02/$01.00/0 pain; her mother had delayed seeking medical advice. At operation a partly gangrenous, obstructed, retrograde, intussusception involving the terminal 8 inches (20.3 ern) of ileum was resected. Examination of the resected specimen revealed yet another trichobezoar comprising string, plastic foam and human hair. She was then transferred to The Hospital for Sick Children, for inpatient psychiatric treatment, and because of maternal opposition the acquisition of a care order was necessary for this to be effected.
It soon became apparent that a constellation of psychosocial problems were present in the family. The girl's mother, brought up in a relatively primitive culture, held an unusual view of the problem. This she regarded as a 'dirty habit' and felt that only a quasi-miraculous event would rid her daughter of it. The mother's other 8 children were all male and, in spite of materially indulging her daughter and thereby fostering somewhat immature behaviour, she appeared emotionally cool towards the girl. Marital breakdown had compounded these problems.
Although trichophagia was never observed in hospital, the patient continued to complain of abdominal pain and a barium meal and follow through, performed during such an episode, revealed multiple filling defects in the stomach and throughout the small bowel ( Figure I) . Following a one-year period of intensive inpatient treatment, 
